A26-year-old black woman with a history of systemic lupus erythematosus (SLE) and hypertension presented to the Hermann Hospital emergency department with a 1-week history of retrosternal chest pain described as constant and sharp. She stated that the pain occurred at rest, increased with deep inspiration, was not related to position or meals, and lasted all day long, although she did note episodes of pain lasting 5 to 30 minutes at a time. She was previously evaluated as an outpatient for similar symptoms 1 week before admission, and her usual dose of prednisone was increased with minimal relief. On the day of admission, the chest pains became more intense and were also associated with nausea, diaphoresis, and dyspnea. She denied symptoms of upper respiratory infection, paroxysmal nocturnal dyspnea, palpitations, cough, or fevers. She did have mildly increasing lower extremity edema over the previous week.
A26-year-old black woman with a history of systemic lupus erythematosus (SLE) and hypertension presented to the Hermann Hospital emergency department with a 1-week history of retrosternal chest pain described as constant and sharp. She stated that the pain occurred at rest, increased with deep inspiration, was not related to position or meals, and lasted all day long, although she did note episodes of pain lasting 5 to 30 minutes at a time. She was previously evaluated as an outpatient for similar symptoms 1 week before admission, and her usual dose of prednisone was increased with minimal relief. On the day of admission, the chest pains became more intense and were also associated with nausea, diaphoresis, and dyspnea. She denied symptoms of upper respiratory infection, paroxysmal nocturnal dyspnea, palpitations, cough, or fevers. She did have mildly increasing lower extremity edema over the previous week.
Her past medical history included the diagnosis of SLE in 1977 at the age of 15, SLE-related pericarditis in 1983, preeclampsia complicating her first pregnancy in 1984, and premature labor and nephrotic syndrome complicating her second pregnancy in 1985. At that time, a renal biopsy revealed membranous glomerulonephritis. Her medications on admission included Elavil 50 mg PO once a day and prednisone 40 mg PO once a day. She was able to walk two flights of stairs before becoming fatigued, although she did state that she was feeling more fatigued over the past 2 months.
Physical examination revealed a slightly overweight, anxious woman described as in obvious pain. Vital signs included a temperature of 96.40F orally, pulse of 80 and regular, respirations of 22, and a supine blood pressure of 130/90 mm Hg. There was no pulsus paradoxus. She had mild alopecia with anicteric sclerae. Pupils were equally round and reactive to light. Oropharynx was without lesions or tonsillar enlargement. Neck was supple without thyroidmegaly or lymphadenopathy. Carotid upstrokes were of normal intensity and without bruits. No Radiological Discussion (Agnes Guthrie, MD) During 1 day of hospitalization, the patient developed complete opacification of the right lung with air-bronchogram effect and without significant loss of volume; this must have been a result of rapid and diffuse alveolar filling by fluid, blood, or cellular infiltrate (Figs 2 through 5). The degree of right-sided consolidation was, in the end, equal to that seen in lobar pneumonia, but the initial pattern was patchy and the involvement was multilobar, similar to that seen in edema or bronchopneumonia. This was followed by perihilar edema of much lesser extent on the left side.
Sudden, rapidly increasing pulmonary alveolar consolidation, such as seen in this case, may be caused by pneumonia, edema, or hemorrhage; although it is rare for any of these processes to be unilateral or to be predominantly unilateral and to progress so rapidly, it is possible nevertheless. Lobar pneumococcal (Streptococcus pneumoniae) pneumonia may exceptionally involve an entire lung.1 Among nonlobar pneumonias, the most extensive and fulminant consolidation of lung air spaces is seen in bronchopneumonia caused by Staphylococcus, Klebsiella, and Legionella. 2 Rarely, pulmonary edema may also be unilateral or asymmetric, and it is more likely to be so if the patient remains recumbent on one side. The dependent side will contain all or most alveolar fluid. In upright patients, because of a similar effect of gravity, edema is most severe in lung bases, such as it is in our case on Fig  3, Case Discussion (James T. Willerson, MD) In this patient, the chest pain in the days and weeks preceding hospitalization was probably pericardial and/or pleural in origin. In the patient with SLE, chest pain is very common, sometimes so common and so often present that the individual does not tell the examiner about it. Pericardial and pleural pains in these patients are typically sharp and made worse by laughing, deep breathing, coughing, sneezing, and sometimes by turning.
Should this patient have received aspirin, additional steroids, and/or some other immunosuppressant? One should have determined the need for additional aspirin or nonsteroidal or steroid therapy by determining whether there was evidence of active SLE as evidenced by pleural or pericardial pain; arthralgias or arthritis; clinical evidence of skin, central nervous system, or renal involvement; and by evaluating the relevant serological variables, such as the sedimentation rate, antinuclear antibody (ANA), anti-DNA, serum complements, and anti-Ro and anti-La titers. If her chest pain was pleural or pericardial in origin and the serological variables were abnormal, she needed additional medical therapy, either aspirin, nonsteroid anti-inflammatory agents, and/or steroids.
However, the patient's chest pain apparently changed on the day of admission. It suddenly became more intense and constant. In addition, her ECG demonstrated ST segment elevation in the anterior and lateral leads strongly suggestive of an acute anterolateral Q-wave infarct (Fig 1) . Her or vasculitis associated with SLE may also lead to development of Q waves on the ECG. It is important to keep in mind that a significant Q wave represents ECG evidence of myocardial necrosis resulting from either coronary heart disease, vasculitis, replacement of myocardium by an infiltrative process, myocardial injury from trauma, or some other process that causes irreversible myocardial injury.
I would have attempted to learn from this woman whether her pain was different on admission from what she had experienced previously. The pain of coronary heart disease is not pleuritic; typically, it is a pressure discomfort, and when unstable angina develops, the chest discomfort occurs at very low levels of effort and even at rest. I suspect that her chest pain changed from being pleuritic to being representive of unstable angina and then to the severe oppressive pain of a myocardial infarction.
Pulmonary artery hypertension may also be associated with an anginal kind of chest pain. Patients with SLE may develop a pulmonary artery vasculitis that causes chest pain with effort. These patients usually have serological evidence of active SLE, including elevated sedimentation rates, abnormal ANA and anti-DNA, low serum complements, and an elevated rheumatoid factor titer,4 as well as an evaluated venous pressure, a prominent pulmonic closure sound, a right ventricular lift and palpable pulmonary artery impulse, and right-axis deviation on the ECG. These findings were either not present or not elucidated in this patient.
One may be tempted to take a different perspective when evaluating a 26-year-old woman. However, there is no age at which myocardial infarction does not occur. Patients with familial hypercholesterolemia, those patients with very reduced high-density lipopro- The autopsy was limited to examination of the chest, heart, and lungs. There was minimal fluid accumulation in the pleural cavities (30 to 40 mL each) and pencardium (10 mL). The lungs were heavy (right, 900 g; left, 640 g; normal, 350 to 425 g each). The pleural surfaces showed multiple adhesions indicative of a now largely healed pleural component of serositis, which is a characteristic finding in patients with SLE (Fig 6, A) . The cut surfaces had a mottled, congested appearance (Fig  6, B) . Histological examination showed that the increased weight and gross appearance were caused by a combination of congestion and edema, hemorrhage, and bronchopneumonia (Fig 6, C) . The lung weights indicated that the magnitude of the changes was greater in the right lung. Thus, the autopsy findings provided an explanation of the radiographic findings.
The heart weighed 360 g, which is 60 g above the upper limit of normal, with normal heart weight for an adult woman being 250 to 300 g. Therefore, the heart had hypertrophy, which probably resulted from hypertension. The epicardium and pericardium exhibited fibrous thickening, and several fibrous tags (adhesions) were visible on the external surface of the heart; these changes were typical of resolved pericarditis associated with SLE (Fig 7) . Multifocal deposition of fibrin was not apparent; therefore, there was no evidence of a generalized acute (fibrinous) pericarditis.
Gross examination of transverse sections of the ventricles revealed multiple myocardial infarcts of different ages, and these findings were confirmed by histological examination (Fig 8) . Two small old infarcts, composed of fibrous tissue (scars), were located in the posterior and lateral regions of the left ventricle. An organizing infarct, about 3 weeks old and composed of granulation tissue, was present in the lower posterior (inferior) left ventricular wall. In addition, a large zone of mottling, discoloration, and bulging occupied about half of the Examination of the coronary arteries at multiple cross-sectional levels revealed severe atherosclerosis (Fig 9) . The right coronary artery showed extensive severe narrowing of the lumen by plaque, with evidence of organized thrombus in the distal artery; the left main coronary artery was about 50% narrowed; the left circumflex coronary artery showed severe luminal narrowing (90%) by atherosclerotic plaque; and the left anterior descending coronary artery exhibited severe narrowing by atherosclerotic plaque and occlusion of the lumen by recent thrombus. Histological examination showed fissuring and focal disruption of the plaque surface associated with hemorrhage in the plaque and thrombus in the lumen (Fig 9, C and D The mitral valve was abnormal (Fig 10) . The mitral valve leaflets exhibited multiple areas of fibrous thickening. There also was fibrous thickening of the left ventricular mural endocardium under the posterior mitral leaflet. The degree of abnormality was mild and probably not clinically significant. The mitral valve lesion was consistent with healed atypical verrucous endocarditis, first described in 1924 by Libman and Sacks, which is a characteristic lesion of SLE.9 The findings indicated healed disease characterized by fibrous thickening of the leaflets and the adjacent ventricular endocardium.
Thus, this patient had the major cardiac complications of SLE, including severe coronary atherosclerosis, chronic pericardial fibrosis, and healed Libman-Sacks endocarditis.10-12 The patient also had chronic glomerulonephritis and hypertension. Bulkley and Roberts11 have reviewed the different patterns and stages of Libman-Sacks endocarditis. Today, the mitral valve is most often involved, but the aortic valve and right-sided valves as well can be involved. Active disease is characterized by fibrinoid necrosis and thrombotic deposits (verrucae) scattered over the superior and inferior surfaces of the leaflets. The location of the lesions is responsible for the designation of atypical verrucous endocarditis. In acute rheumatic fever, typical verrucous endocarditis involves vegetations only on the superior surface of the valve along the line of closure. The lesions of Libman-Sacks endocarditis include active disease, active and healed lesions, or healed lesions, as we have in this case. A typical case of active disease may show thrombi on the valve leaflets and between the inferior surface of the posterior leaflet and the ventricular wall (Fig 11) . Such cases may demonstrate a rare finding, namely hematoxylin bodies, which are the histological equivalents of the SLE cells that may be observed in in vitro preparations of blood from patients with SLE. The hematoxylin body is pathognomic for active lupus. The healing process involves conversion of fibrinous material into fibrous tissue. In the era of steroid therapy, healed lesions predominate. Most of the time, the Libman-Sacks process is not clinically significant, but in some patients with lupus, there is severe valve deformity (Fig 12) . Recently, there appears to be an increased occurrence of Libman-Sacks valvulitis, and the pathophysiology is under active investigation.13.14 Some studies have indicated an association between valvulitis, vasculopathy, and other cardiovascular lesions, with or without clinically overt SLE, and the presence of circulating antiphospholipid antibodies and lupus anticoagulants, whereas other studies have failed to confirm a specific association. [15] [16] [17] [18] [19] [20] In this case, the underlying basic problem responsible for this patient's death was severe premature atherosclerosis involving all three coronary arteries, with plaque fissuring and thrombosis of the left anterior descending coronary artery.21'x The pathological findings confirmed Dr Willerson's point that the best chance to influence the outcome for this patient was to try to reopen the occluded coronary artery. The cause of death was irreversible cardiogenic shock caused by massive anterolateral and septal acute myocardial infarction resulting from plaque fissuring and thrombosis of the left anterior descending coronary artery secondary to severe coronary artery disease. Complicating factors included pulmonary congestion and edema, hemorrhage, and extensive acute bronchopneumonia.
Patients with SLE are reported to have a higher incidence and a premature onset of coronary artery occlusion secondary to atherosclerosis, embolism, thrombosis, or arteritis.11.12 Myocardial infarctions are generally uncommon, but they do occur, in young patients with SLE. Most 
